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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
nature publishing group
Overexpression of 
catalase reverses the 
hypertension due to 
local proximal tubule 
angiotensinogen
The renin–angiotensin system exists in 
many tissues, and local production of 
angiotensin II may be critical in vari-
ous pathophysiological states. As they 
report in this issue, Godin et al. generated 
mice expressing angiotensinogen in the 
proximal tubule. These mice developed 
hypertension, proteinuria, and tubu-
lar pathology. Previous studies by these 
authors suggested that these path ologies 
were due to reactive oxygen species. 
Here, they overexpressed catalase in the 
proximal tubule and found, as expected, 
a decrease in oxidant injury. Remarkably, 
overexpression of catalase also prevented 
the hypertension, albuminuria, tubu-
lointerstitial fibrosis, and tubular injury. 
The authors also found that catalase 
overexpression reduced profibrotic and 
apoptotic gene expression in the renal 
proximal tubular cells. These findings 
suggest that the hypertension induced by 
proximal expression of angiotensinogen 
is caused by a reactive oxygen species-
mediated pathway. See page 1086.
Albumin-to-creatinine 
ratio is a risk factor 
for left ventricular 
hypertrophy
Increasing evidence suggests that urinary 
albumin excretion, even when below the 
accepted threshold values for normal 
excretion, may have a significant impact 
on future cardiovascular risks. Reffelmann 
et al. studied more than one thousand 
patients enrolled in a population-based 
health study and found that the albumin-
to-creatinine ratio (ACR) and left ven-
tricular mass did not change significantly 
over the 5 years in the lowest quartile. In 
the second and third quartiles, the left 
ventricular mass progressively increased 
and correlated significantly with the 
ACR. Using multivariate analysis, the 
authors found that this association was 
independent of the common cardiovas-
cular risk. These studies confirm that the 
ACR is a genuine risk factor, even within 
the normal range. The mechanism of this 
will need to be examined in future studies. 
See page 1115.
Paricalcitol blunts 
renal fibrosis induced 
by cyclosporine A
Cyclosporine nephrotoxicity is a serious 
and common problem that limits the use 
of this very helpful drug. As they report 
in this issue, Park et al. used a paricalcitol 
vitamin D analog to examine whether it 
had beneficial effects in a model of renal 
toxicity. They induced nephrotoxicity in 
rats and found that the treatment reduced 
fibrosis and monocyte and macrophage 
infiltration and blunted the activation of 
the transforming growth factor-β pathway. 
They also found that paricalcitol reduced 
renal apoptosis and expression of fibrotic 
genes. Previously, other researchers have 
identified many of these effects as being 
produced by activation of the nuclear 
factor-κB pathway; hence, the authors 
suggest that paricalcitol interferes with 
this important program. Hopefully, these 
animal studies might one day be translated 
to human studies. See page 1076.
